may mimic one another, causing diagnostic dilemmas. While the immunohistochemical (IHC) profiles of these three neoplasms are different, they can overlap and compound the diagnostic challenges. LP cells and DLBCL share similar IHC profiles, and no distinct IHC marker has yet been reported to consistently distinguish between the two neoplasms. Recently, several new IHC markers for CHL have been reported, including an embryo/carcinoma marker known as insulin-like growth factor II mRNA-binding protein 3 (IMP3/KOC). Our objective is to investigate the expression of IMP3/KOC among CHL, NLPHL, and DLBCL, in order to establish a new IHC profile to effectively distinguish these neoplasms. Method: A total of 84 cases of CHL, 90 cases of DLBCL and 13 cases of NLPHL were retrieved from Geisinger Health System for IHC studies using commercial antibody from DAKO. Result: None of the CHL cases (0 of 84), while all cases of NLPHL (13 of 13) and DLBCL (90 of 90), expressed CD20. Interestingly, IMP3/KOC was positive in 64.3% of CHL (53 of 83) cases and 92.3% (12 of 13) of NLPHL. In contrast, none of the DLBCL cases (0 of 90) expressed IMP3/KOC1, including primary mediastinal large B-cell lymphomas and T-cell/histiocyte-rich large B-cell lymphoma (T/HRLBL). The traditional markers, CD15 and CD30, were positive in 62% (51/82) and 81% (68/84) of CHL cases, respectively. PAX5 was weakly positive in CHL (83.3%) and strongly positive in NLPHL (100%) and DLBCL (100%). Conclusion: A novel IHC marker, IMP3/KOC, combined with CD20, can play an important role in differentiating between CHL, NLPHL and DLBCL. In particular, IMP3/KOC1 holds promise for distinguishing between NLPHL and its mimickers.
Introduction: Multiple myeloma and myeloproliferative neoplasms are hematologic malignancies with a completely different cellular origin. Coexistence of multiple myeloma and myeloproliferative neoplasms is rare and the underlying mechanism for these two concurrent entities is unknown. Methods: We report a case of a 79-year-old AfricanAmerican man who presented with anemia and thrombocytosis with a clinical suspicion of primary myelofibrosis (PMF). Analysis of the peripheral blood revealed a JAK2 V617F mutation and a 13q14 deletion. Examination of the bone marrow showed increased plasma cells with flow cytometric documentation of abnormal monotypic plasma cells and FISH evidence of a gain of1q21 and loss of IGH/14q, both characteristic for multiple myeloma. The 13q14 deletion was again documented, but in a minority of cells, presumably contaminating hematopoietic cells. The histological picture was consistent with the prefibrotic phase of primary myelofibrosis and an accompanying plasma cell neoplasm. Additional laboratory findings confirmed symptomatic plasma cell myeloma. Conclusions: At present, management is focused on treating the myeloma and monitoring the MPN. The interaction of megakaryocytes and plasma cells is well documented in myeloma. The possibility that one created a microenvironment conducive to the full-blown development of the other cannot be excluded. Introduction: Pseudothrombocytopenia can occur in EDTA-anticoagulated blood samples due to antibody-induced platelet clumping or satellitism. Sodium citrate can be used as an alternative anticoagulant to minimize clumping and obtain a result on automated analyzers. Validation of citrate samples must be performed in order to report platelet counts from citrate samples, including determination of sample stability. Methods: Seventeen paired sets of simultaneously collected EDTA and citrate samples were analyzed at baseline (0), and 30, 60, 90, 120, 180, 210 , and 240 minutes from collection (stored at ambient temperature), with baseline being as close to collection time as possible. Platelet counts were performed on the impedance channel of an XT-4000i (Sysmex, Kobe, Japan). Platelet counts from citrate samples were multiplied by 1.1 to correct for the dilutional effect of the liquid anticoagulant. No samples were flagged for platelet clumps by the analyzer. Conclusions: Baseline platelet counts ranged from 58 to 607 x 10 9 /L. Baseline citrate counts were lower than concurrent EDTA counts in 13 patients, with citrate count ranging from 84% to 102% of EDTA count. The platelet count in EDTA samples was either stable (less than a 5% increase in 11 samples) or increased at most by 12 %. Platelet count in citrate samples always decreased over time, with % difference between baseline and 4 hours from -10% to -54%. Citrate samples showed variability in time to 10% decrease: five samples were within 1 hour, six within two hours, three within 3 hours, and three in the 4th hour. Platelet count determinations from citrate samples were less stable than EDTA samples over the course of the 4-hour storage. EDTA samples are preferred for platelet determinations, but when counts on a citrate sample
